The letter from Chimenti et al. (1) makes 2 points regarding our manuscript (2) . First, they point out that their previous in vitro study of cardiospheres (3) suggested the importance of c-kit as a predictor of cardiovascular precursor status. We acknowledge this contribution, which was not referenced because of space constraints. Second, the letter references the carefully controlled conditional recombination study of Hsieh et al. (4) , which provided evidence of cardiac myogenesis after heart injury or stress but not during normal aging. With respect to the findings reported in that manuscript (4), we would point out that our study (2) does not exclude postinfarct myogenesis. Rather, the data reported in our study (2) indicate that any new heart cell formation is unlikely to involve the expression of c-kit and that c-kit expression itself does not reflect myogenesis in this context, because the stem cell factor receptor is expressed within vascular cells and in committed cardiac myocytes. This finding is likely to explain the result reported by Hsieh et al. (4) that c-kit mRNA increases Ͼ5-fold within the infarct zone, which might otherwise be interpreted as providing a link between c-kit-expressing cardiovascular precursor cells and post-infarct myogenesis. In their manuscript, Hsieh et al. (4) point out that their data do not directly implicate precursor cells in cardiac repair. Our study (2) narrows the molecular characteristics of the cell pool responsible for this putative post-infarct myogenesis and more specifically clarifies the role of c-kit-expressing cardiovascular precursors in that process. 
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